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Role of Vimentin in Progression and Apoptosis of Primary

Liver Cancer
XIE Jin-ling,ZHUO Shao-yuan
(School of Basic Medical Science,Guangxi University of Chinese Medicine,Nanning 530200, China)

Abstract: Vimentin is a major intermediate filament (IF) protein of mesenchymal cells. Recent
studies have shown overexpression of vimentin in epithelial-derived cancer cells,including liver
cancer. Vimentin is an important signal molecule in development and progression of liver cancer
cells,which participates in epithelial-mesenchymal transition and inhibits activation of NLRP3/
ASC/Caspase 1 pathway through direct interaction with hepatocarcinogenic factors. Furthermore, vi-
mentin is also involved in caspase-mediated apoptosis of liver cancer cells. The roles of vimentin
in progression and apoptosis of primary liver cancer are reviewed in this article.
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